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Supplementary Figure 4. (a) SV40 large T immortalized endothelial cells isolated from Wt or Ripk3”
mice were treated with VEGF-A (10ng/ml), TNF (10ng/ml) or FGF-b (10ng/ml) and assayed for signaling
by immunoblot analysis as indicated. Representative immunoblot is shown of n=3 experiments. Statistical
analysis by one-way ANOVA and Bonferroni post-test; S=short exposure, L=long exposure. (b) Immunob-
lot quantification of pixel density normalized to total p38 from VEGF-A , or FGF-b treated endothelial cells.
Values shown as relative change to untreated Wt control. SEM shown and statistical analysis by one-way

ANOVA and Bonferroni post-test.



